excess -8-9 mmol/l, sodium concentration 133 mmol/l, potassium 5 0 mmol/l, and urea 7 5 mmol/l. Serum osmolarity was normal. A chest x ray film showed no abnormality. An electrocardiogram showed acute anterior myocardial infarction (figure) . Creatine kinase isoenzyme B activity was increased at 241 U/I (normal range 0-25 U/1). An echocardiogram showed an anteroapical aneurysm. A pyrophosphate scan showed an area ofuptake in the anterolateral wall and apex of the left ventricle, and a gated blood pool scan indicated hypokinesia of the apex. propelled witr fluorinated hydrocarbons; the rhythm disturbanHeseonsisted mainly of slowing of the rate of the sinoatrial paeemaker and ultimate elettrihal asystole or ventricular fibrillation in some animals.. Taylor and Harris subjected miee to fluoroalkane and tlereby produred bradyarrhythmias, tarhyarrhythmias, and myogardial depression.l Myoeardial infarction has been desoribed in people using paint strippers aon timing methyl chloride in enclosed spaces.' In experimental animals inhalation of hydrocarbons has also resulted in depressed myocardial activity and reduced heart rate and stroke volume. Toluene, which is the solvent in Evostick, is known to cause ataxia, euphoria, vomiting, and chest tightness. Depression of the central nervous system, tachypnoea, and tremor leading to convulsions, coma, and ventricular arrhythmias have also been described.
We postulate that our patient developed coronary artery spasm which led to anterior myocardial infarction and primary ventricular fibrillation. An alternative but less likely hypothesis is that he suffered an episode ofprimary ventricular fibrillation after solvent abuse. Resuscitation was prolonged and possibly caused trauma, bruising, and oedema; this may have caused injury to the coronary circulation. A diagnosis of toxic myocarditis was considered but rejected because of the classical electrocardiographic changes ofanterior myocardial infarction.
We believe that this is the first documented case ofsuccessful resuscitation outside hospital of a patient suffering ventricular fibrillation after solvent abuse. This highlights the ominous consequences ofthis form ofdrug abuse. 20-24, then in 1972, 1973, and 1976 in women aged 25-29, 30-34, and 35-39, respectively. All of these rates increased until 1983 except in women aged 20-24, in.whom they levelled off from 1978. There was a significant increase in ectopic pregnancy between 1969-73 and 1974-8 (p<00005, one way analysis of variance). In the five years 1979-83 the increase continued (p<0O0025, one way analysis ofvariance).
Comment
It has been maintained that the recent increase in the incidence of ectopic pregnancy is not as large as some reports would lead us to believe.2 This has been assumed to be due to biased methods of reporting. Indeed, the collection of data on the incidence of ectopic pregnancy often suffers from methodological flaws.3 If interpopulation and intrapopulation comparisons ofrates are to be reliable women aged 15-44 should be used for reference.4 All the rates in 1983 presented here are higher than those in any nationwide studies previously reported.'-5 The rate per 100 deliveries is even close to the highest such rates ever reported, in hospital studies from Saigon, Jamaica, and Taiwan.' The current figures from Finland show a severe national epidemic of ectopic pregnancy.
Why the incidence of ectopic pregnancy is increasing to such an extent is not known.'4 Further questions are for how long the rise will continue and at what level it will stop. The number ofectopic pregnancies in any population is related to the prevalence of fertile women exposed to the chance of pregnancy and to the distribution of risk factors for ectopic pregnancy among such women; risk factors include increased age, tubal damage after infection and postoperatively, other tubal lesions, and contraceptive use.5
In Finland the number of women in their 30s-an age at high risk-has increased considerably since the early 1970s. Moreover, the use of intrauterine contraceptive devices became popular at this time; pelvic (venereal) infections were common then; but the use of sensitive diagnostic tools for ectopic pregnancy did not become routine until the late 1970s. The sharp rise in the incidence of ectopic pregnancy per 100 000 women suggests 
Case reports
Case 1-A 33 year old man presented with a five year history of intermittent pain and swelling of shoulders, elbows, wrists, metacarpophalangeal joints, and knees typical of palindromic rheumatism. A wide variety of anti-inflammatory drugs had been ineffective. Erythrocyte sedimentation rate was 6 mm in the first hour, serum urate concentration normal, and antinuclear factor and the results of a latex slide test negative. x Ray films were normal. Despite treatment with naproxen and penicillamine he remained severely disabled by up to five attacks a week. Encouraged by a report on the efficacy of chloroquine in palindromic rheumatism,' we started treatment with 250 mg daily. The morning after his first dose he felt "as if a switch had been turned off." He had no further attacks and regained full activity, which was maintained with treatment on alternate days. This was stopped after two years because ofelectroretinal abnormalities. He then had two mild attacks in three months but was subsequently free of symptoms for seven years without any treatment.
Case 2-A 19 year old woman presented with an eight year history of recurrent episodes ofpain and swelling in fingers, knees, and ankles. Attacks occurred up to three times a week, lasted for 24 hours, and were exacerbated by exercise and cold weather. Her mother had rheumatoid arthritis and a paternal uncle ankylosing spondylitis. Several non-steroidal anti-inflammatory drugs given over the next year were ineffective, but 250 mg chloroquine daily stopped further attacks. Chloroquine was then given on alternate days and later stopped; her attacks recurred within a few days. The drug was reintroduced, and she remained symptom free for three years. Case 3-A 53 year old woman was admitted with excruciating left hip pain that had begun a few hours before. During the previous six weeks she had suffered pain in both shoulders, the left wrist, and the right knee. She had previously undergone parathyroidectomy for hyperparathyroidism. Her mother and paternal grandmother had rheumatoid arthritis. The erythrocyte sedimentation rate was 4 mm in the first hour; a sheep cell agglutination test gave a titre of 1/16; and a test for antinuclear factor gave a negative result. x Ray films of her joints were normal. Despite indomethacin treatment she continued to have ffitting joint pains and swelling and was readmitted with severe right hip pain: a sheep cell agglutination test gave a titre of 1/128. Her joint symptoms resolved with treatment with chloroquine, and she remained well for 18 months.
Comment
Palindromic rheumatism is a clinical diagnosis and does not represent a single entity. In some patients it is an unusual presentation of what will ultimately become rheumatoid arthritis: one of our patients (case 3) was followed up for two years after her joint symptoms first developed, had a raised titre once on sheep cell agglutination testing, and may well have been such a patient. Her response to chloroquine was nevertheless much more rapid than that expected in more typical rheumatoid arthritis. Our other patients had severe joint symptoms for years without joint damage or progression to rheumatoid arthritis. Both received many antiarthritic drugs with little effect but responded to chloroquine promptly and completely.
As far as we know the efficacy of chloroquine in palindromic rheumatism has been reported only once previously.' We believe that the possibility of such a remarkable response to chloroquine should render it a first line drug in palindromic rheumatism. By comparison with gold and penicillamine, which have also been recommended,23 chloroquine is safe provided that the eyes are monitored routinely.4
We thank Dr J P Delamere for helpful discussion. 
Indigenous strongyloidiasis in Nottingham
Strongyloidiasis, a nematode infection of wet tropical regions, may be an unexpected hazard of walking barefoot in Nottingham parks. We believe that this is the first report of an autochthonous case in Britain.
Case report
A 17 year old white schoolgirl presented with a six month history of diarrhoea, anorexia, and 4 kg weight loss. She had had several sloppy motions each day but no blood or mucus in the stools. She had undergone extensive investigation for evidence of chronic inflmmatory bowel disease but had yielded negative results on upper gastrointestinal endoscopy and biopsy of the small intestine; sigmoidoscopy and rectal biopsy; and radiology of the stomach and the small and large intestines. The only apparent abnormality was a persistent eosinophilia of 2 3x109/1(33% of total white blood cells), 3 67x 109/l (28%), and 5 94x 109/l (44%) at:intervals throughout her illness. Examination of her stools on several occasions showed large numbers ofrhabditiform larvae ofStrongyloides stercoralis. She was treated with thiabendazole 1-5 g twice daily for three days, which resulted in improvement of her symptoms, elimination of the larvae from the faeces, and reduction of the eosinophilia. Stools from the family and pet dog all yielded negative results.
She was questioned further about a possible origin for her infection. She had never travelled abroad, except for a day trip to Boulogne many years previously, and none ofher family, friends, or visitors had visited the tropics. The family had lived in the same council house in Nottingham for 17 years. The only important point was that she always walked around at home and in local parks barefoot.
Comment
S stercoralis is a common intestinal parasite in the wet tropics, the southern states of the United States, and warmer parts of Europe. Though chronic infestation with the parasite has been shown in ex-prisoners of war more than 30 years after their return from South East Asia,' 2 there have been no reports of patients contracting the disease while living in Britain.
The common mode ofinfection is from a larval reservoir in wet warm soil, where the rhabditiform larvae develop into the infective filariform stage. These filariform larvae penetrate the skin of the feet, entering blood vessels to reach the lungs. They then migrate through the trachea and pharynx to the small intestine, where they mature and multiply. Having buried themselves in the wall of the small intestine, fertilised females produce eggs that develop into the rhabditiform larvae. Rhabditiform larvae may become filariform before being shed in the stool, allowing autoinfection to occur through the gut mucosa or perianal skin without an intermediate soil phase. Under suitable environmental conditions a free living cycle may be established in the soil.
